Skeletal abnormalities like avascular necrosis (AVN) of hip and bone infarcts are very rarely reported in thalassemia major compared to that in sickle cell anemia. Avascular necrosis (AVN) of femoral head occurs at the incidence of 2.5 per 100 patients yearly in sickle cell anemia (HbSS) [1] which results from recurrent episodes of vaso-occlusion and others factors like endothelial activation, hypercoagulable state, high level of inflammatory mediators, reduced availability of nitrous oxide [2] .
An 2 year old boy was diagnosed by Hb variants analysis by HPLC (Biorad) (HbF = 92.0%, HbA 2 = 3.5%).-Both the parents were also confirmed as b-thalassemia (trait). He received red cell transfusion one unit (150 ml) every month initially, subsequently transfusion requirement increased and now receiving 2-3 units of red cell (250 ml) every month. Deferasirox chelation therapy was given since 2 years of age, now on 1000 mg daily. At the age of 10 years, he developed a painful limp on his left leg. X-ray examination showed typical avascular necrosis of left femoral head (Fig. 1) . The femoral head was considerably deformed, subluxated and non-homogenous in structure. Further MRI examination of pelvis confirmed it as avascular necrosis of left femoral head with secondary osteoarthritis of hip (Fig. 2) . No infection, trauma or collagen disease was diagnosed. Biochemical investigations revealed bilirubin(total) 2.3 mg/dl, serum bilirubin(direct)-0.7 mg/dl, ALT-45 U/l, AST-48 U/l, ALP-213 U/l, serum creatinine-0.45 mg%, serum ferritin-4595 ng/ml, viral markers like HIV, HbsAg, anti HCV were negative. Endocrinological evaluation of thyroid, parathyroid, adrenal and pituitary glands were within normal limits.
The avascular necrosis of femoral head may be related to ischemia of the posterior circumflex femoral artery, caused by chronic anemic hypoxia, occurring intermittently because of periodic blood transfusion [3] . The condition could be worsened by the hyperkinetic blood flow, due to anemia, and probably, to the vascular shunts linked to the bone marrow expansion [4] . A further possible cause of hypoxia could be related to the restriction of flow of blood in endosteal bone, as a consequence of bone marrow hyperplasia compressing the intramedullary branches of the nutrient artery, the intramedullary sinuses, and the central sinus (into which sinusoids flow) [5] .
In reviewing the literature, we found only few reports of avascular necrosis complicating thalassemia major. Katz et al. [6] report only 2 patients among 28 cases followed up for 10-25 years. Orzincolo et al. [7] report AVN in only 4 out of 280 patients with thalassemia who were reviewed at their center. All the patients except one (13 years old) reported by both the groups were adults. Our case is the youngest one reported so far in the literature.
